Introduction
Hypernatraemia has been recognised as a complication of infantile diarrhoea since 1911.1 In 1972 it was suggested that hypernatraemia might be potentiated by overconcentrated feeds.2 Further studies have shown that babies fed on cows' milk have a higher plasma osmolality3 and higher urea concentration than breast-fed babies,4 and that 172 out of 302 (57%) Sheffield mothers prepared overconcentrated feeds.5
In 1974 it was shown that 12 out of 25 infants who died unexpectedly had vitreous humour concentrations of sodium and urea that indicated severe electrolyte disturbance. 6 It was postulated that the hypernatraemia was partly due to the -infants being fed concentrated feeds and that high-solute feeding and water deficiency might be a factor in some unexpected infant deaths. This was supported by a contemporaneous study in A local campaign to encourage the correct dilution of dried milk feeds may have played a major part in improving infant care. This campaign started as soon as the vitreous abnormalities were discovered in 1972 and reached a climax during the spring of 1974, with intensive press and radio coverage. The campaign was co-ordinated by a small working party with the specialist in community medicine (child health) as chairman. This committee took four main avenues of action. Firstly, every mother in the lying-in wards who did not want to breastfeed was individually taught how to make up powdered feeds correctly. She was also given a leaflet which outlined the dangers of overconcentrated feeds and advised that only boiled water should be offered between feeds. Secondly, meetings were arranged with every midwife and health visitor and many family doctors, when the importance of hypernatraemia and Smith's results5 were presented. Thirdly, there was a detailed press handout, followed up by many interviews being given by medical staff. Finally, the coroner commented publicly on some cases in which hypernatraemia was a factor in the death. The resulting public interest generated further local press and radio coverage.
A decline in "hypernatraemic" deaths has apparently occurred in another area."' In an earlier letter from the same area"4 it was noted that nine out of 11 infants admitted with hypernatraemia in 1975-6 had been fed on low solute milks. The measures taken in Sheffield to ensure the correct dilution of milk powder may have had a greater effect than those taken elsewhere to modify the solute load of the milk. Biering-Sorensen et al8 in a detailed article on infant feeding and the sudden infant death syndrome reported that, in Denmark, many babies are fed on diluted fresh cows' milk and very few on powdered milks. Unfortunately, they did not report on the sodium or osmolar loads of these milks but they concluded that there was no evidence that infants who suffered unexpected deaths got more concentrated feeds than controls who did not die.
Hypernatraemia related to cot death is important because of apparently conflicting reports on the subject. There has been no case of hypernatraemia in a Sheffield-born infant presenting as a cot death from December 1976 to the time of writing (July 1979). Thus the report in 1974 that hypernatraemia was present in a significant number of cot deaths 6 is no longer true for Sheffield children. This reduction in "hypernatraemic" deaths was associated with a reduction in cot deaths in the same period. Deaths with hypernatraemia have disappeared while cot deaths have continued at a lower rate. There are many contributory factors to cot death, and hypernatraemia seems to have been one of these in Sheffield. Thus the importance of hypernatraemia in unexpected infant deaths is likely to vary greatly between different places, and reports from areas with a low cot death rate will probably show a picture such as that which exists in Sheffield today and not that of 1973-4. Possibly the incidence of deaths or hospital admissions with hypernatraemia could be used as an index of the state of the infant feeding in the community.
